problem as syndrome X.
Since the main preoccupation underlying our paper was to give to health professionals an idea of variations in energy expenditure that would be clinically relevant, first we had to determine reference values from subject samples being representative of individuals not spontaneously predisposed to obesity. In a clinical setting, this type of preoccupation generally results in the establishment of reference values like those that exist for plasma glucose, hemoglobin, blood pressure and so on. With respect to energy expenditure, these reference values cannot be developed without considering the strong relationship that exists between metabolic rate and body mass or its components. We thus used reference regression lines to predict energy expenditure relative to body mass in obese and nonobese individuals being exposed to different environments, including a weight-reducing program. Under these conditions, we defined adaptive thermogenesis as being the difference between this predicted value and the value measured using indirect calorimetry. As indicated in our paper, the difference between these two values can be as large as 25% of the predicted value. This is not so surprising since this difference not only represents within individual variation but also integrates the difference between the value of a given person from that predicted in a reference group. According to this observation, it has been clearly shown that sympathetic nervous system (SNS) activity and triiodothyronine (T3) plasma levels are determinants of daily energy expenditure measured in a respiratory chamber in humans, after adjustment for fat-free mass, fat mass, age, gender and spontaneous physical activity. 5 It is also known that SNS activity and T3
concentration are suppressed by a negative energy balance.
In contrast to what is inferred by Professor Flatt, it is very unlikely that such a deviation from predicted values can be attributable to the fact that some of our data were obtained by indirect calorimetry when using a mouth piece and a nose clip. In fact, even if this air collection procedure may introduce a small variation in scores, it does not have the potential to explain the large variation that we documented. In addition, to be fair, Professor Flatt should have also indicated that some data described in our paper were obtained by using whole body indirect calorimetry, which has been reported to be remarkably reliable, even in our hands. 6 Professor Flatt also emphasized that the data we reported in Table 1 of our paper represent excessive statistical deviations and should have been the object of exclusion by applying the Chauvenet criterion. This point is interesting and really gives the impression that we have to deal with two cultures. On the one hand, there is the culture of the experimentalist who is the champion of standardization and who will not hesitate to exclude data that do not a priori fit with pre-determined experimental and statistical models. On the other hand, there is the culture of the clinician for whom every patient is important and significant. In this context, every case will be considered as important and will not be rejected, except if a clear noncompliance or methodological problems are obvious. This imposes a search for a compromise between what is a priori theoretically unexplainable but which cannot be spontaneously discarded. This is the type of approach that led us several years ago to consider that body chemical pollution might represent a significant determinant of variations in adaptive thermogenesis. 7 We were then surprised by the very well-standardized results that we obtained and which revealed that half of the greater than predicted decrease in daily sleeping metabolic rate was explained by changes in the plasma concentration of 
